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Abstract: Objective To study the role of hsp27 gene in the proliferation of nasopharyngeal carcinoma
(NPC), and further explore the underlying mechanism. Methods The transcription levels of hsp27 in
NP460(normal nasopharyngeal epithelial cell lines), CNE2 (low differentiated NPC cell line) and S18
(highly migratory subclone of CNE2) cell lines were determined by Real Time PCR. Over-expression of
hsp27 in CNE2 cells (with low endogenous hsp27 level) was performed by lentivirus infection,and small
interference RNA technique was employed to decrease hsp27 in S18 cells (with high endogenous hsp27
leveD). Then MTT experiment was used to evaluate the proliferation of the hsp27-overexpressed and -in-
hibited cells. The transcription level of nuclear factor kappa B (NF-kB) was measured as well. Results
(1) the endogenous hsp27 level of three cell lines showed significant difference and the order was S18>>
CNE2>NP460. (2) The proliferation and NF-xB level of CNE2 cells was significantly upregulated with
hsp27 over-expression. (3) The growth rate of S18 slowed significantly concurrent with down-regulation
of NF-«B after inhibition of hsp27. Conclusion hsp27 plays an important role in the proliferation of NPC
cells which may mediates by NF-«B signal pathway. The hsp27 gene would be a potential molecular target
for anti-NPC therapy.
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Table 1 The primer sequences of hsp27,

NF-kB and GAPDH used in Real Time PCR

Genes Sequences Amplified size/bp

hsp27 Forward 5-AGTGGTCGCAGTGGTTAG-3'

Reverse 5 -CAGGGAGGAGGAAACTTG-3' 0
NF-«B Forward 5-AGAAGAGAGTGCTGGAGTTC-3' 199
Reverse  5'-AGAATGAAGGTGGATGATTG -3'
GAPDH Forward 5'-TGCCTCCTGCACCACCAACT-3' -

Reverse5-CCCGTTCAGCTCAGGGATGA-3'
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Fgure 1 The transcriptional level of hsp27 in the three cell
lines of NP460,CNE and S18
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Figure 2 Transduction efficiency of PLIG-hsp27 or PLIG
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3a,3c:RT-PCR validated the overexpression of hsp27 into CNE2 cell line and showed the corresponding upregulaion of NF-¢B;

3b:overexpression of hsp27 promoted CNE2 cell growth significantly as revealed by MTT assay(* : P<Z0.05,* " ; P<Z0.01)
B 3 E3Ri% hsp27 B i CNE2 40 ffl 4 4 3+ L8 NF-xB # F Kk F
Figure 3 Overexpression of hsp27 enhanced growth of CNE2 cell and upregulated transcription level of NF-kB
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4a,4c:RT-PCR validated the inhibition of hsp27 in S18 cell line and showed the corresponding downregulaion
of NF-kB;4b:Silence of hsp27 inhibited S18 cell growth significantly as revealed by MTT assay(* ; P<Z0.05," " ; P<C0.01)
B 4 JUEK hsp27 P S18 40 A8 & K H T NF-xB R K FE
Figure 4 Silence of hsp27 inhibited growth of S18 cell and downregulated transcription level of NF-xB
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